Various theories have been proposed about the nature of the abnormality. Brown initially suggested that the syndrome was a developmental anomaly following congenital paralysis of the inferior oblique muscle, producing a contracture of its check ligament, the sheath of the anterior segment of the superior oblique.' Later, as a attempt to explain specifically the intermittent cases, those associated with a clicking sound or sensation and those showing spontaneous resolution, it was suggested that there is a circumferential constriction of the trochlea and sheath preventing a locally enlarged tendon from sliding freely in the sheath.2A The various theories of the aetiology of the syndrome were well reviewed by Sandford-Smith,5 who was the first to suggest the marked anatomical and clinical similarities between the tendon sheath syndrome and stenosing tenosynovitis.
Mein reviewed 49 cases of Brown's syndrome and found that swelling of the posterior part of the superior oblique tendon was the most common mechanism, and also considered stenosing tenosynovitis to be the most likely cause of the tendon sheath syndrome. 6 Despite the common association of tenosynovitis at other sites with rheumatoid arthritis (for example, trigger finger), this particular complication has only been reported in a few patients with rheumatoid arthritis, 4 7-" juvenile chronic arthritis,'1-'4 or adult Still's disease. '5 The disorder is usually self limited and transitory, and specific treatment is not usually required. Some 
